INTRODUCTION
Like Shigella, L. monocytogenes moves in mammalian cells by generating an actin tail (15, 16) , an ability which requires the expression of ActA protein on the bacterial surface (17, 18) . Hence, we infected HeLa cells with L. monocytogenes 1/2a EGD and examined for its ability to recruit N-WASP on the bacterial surface. At 2 h after infection, none of the bacteria in the HeLa cells had recruited localized N-WASP in the region of the actin tail, suggesting that accumulation of N-WASP at one pole of the intracellular bacterium is a Shigella-specific event.
Since N-WASP accumulated at the site of VirG expression on intracel- It has been indicated that activated N-WASP promotes severing activity of actin filaments through its ADF/cofilin-homology region (12, 14) that the actin filaments recruited by N-WASP may be partially severed and the uncapped filament ends become exposed to serve as sites for actin polymerization (20, 21) . At the uncapped filaments ends, actin polymerization would occur and it could be promoted by profilin (22) , since the proline-rich repeats of N-WASP have been shown to be able to bind to profilin (14) . Although elucidation of the precise role of N-WASP in assembly of the Shigella actin tail still awaits further research, the results in this study may provide some insight into understanding the system underlying actin-based motility of other pathogens as well as formation of filopodium from locomoting mammalian cells.
